In an ovalbumin (OVA)-driven murine model of allergic pulmonary inXammation, we have shown previously that moderateintensity aerobic exercise training attenuates inXammatory responses, disease progression, and NF-B activation within the sensitized lung. Glucocorticoids (GCs), potent anti-inXammatory agents, have been shown to alter transcriptional events that are important in asthmatic pathogenesis, such as NF-B activation. Notably, exercise training can alter the production and signaling capacity of endogenous GCs. Because GCs exert their anti-inXammatory eVects through binding to intracellular glucocorticoid receptors (GRs), we examined the role of the GR in facilitating the anti-inXammatory eVects of exercise. Results show that, in exercised OVA-sensitized mice, treatment with the GR antagonist RU486 blocked the exercise-induced reductions in cellular inWltration of the airways (p < .05), KC and soluble VCAM-1 protein levels in the bronchoalveloar lavage Xuid (p < .05), and NF-B translocation and DNA binding within the lung to levels similar to those observed in sedentary OVA-sensitized mice. Importantly, RU486 treatment also blocked exercise-induced increases in GR nuclear translocation to the levels seen in sensitized control mice. Together, these results suggest that GR nuclear translocation and NF-B activation play roles in mediating the anti-inXammatory eVects of exercise in allergen-mediated lung pathology. 
Introduction
Recent reports indicate that aerobic exercise training improves the overall health and Wtness of individuals with asthma, an allergen-mediated lung pathology (Emtner et al., 1996 (Emtner et al., , 1998 Hallstrand et al., 2000; Henriksen and Nielsen, 1983; Matsumoto et al., 1999) ; such improvements include reductions in asthma-related symptomatology, hospital admissions, and medication use. Because these reports suggest collectively that there may exist an immunological basis for the beneWcial results of exercise in asthmatics, we began a study that examined the eVects of moderate-intensity aerobic exercise in allergen-induced lung pathology. Using a murine model of allergen-induced pulmonary inXammation, we documented recently that moderate-intensity aerobic exercise training reduces lung inXammatory responses, including leukocyte inWltration, cytokine and chemokine production, adhesion molecule expression, and structural airway remodeling (Pastva et al., 2004) . We have also shown that, within the ovalbumin (OVA)-sensitized lung, exercise attenuates activation of NF-B, the major inXammatory gene transcription factor implicated in asthmatic pathogenesis (Pastva et al., 2004) . The purpose of this present study was to examine a possible
